severalfold. Generally, the more parameters that are varied in a sensitivity analysis, the more information that analysis provides; nonetheless, for simplicity, we chose to vary only those parameters with inadequate or inconsistent estimates. It is inevitable that some readers, often with good justification, will feel that we should have used different values for the parameters we treated as fixed or different ranges for the parameters we varied. (Computer programs are available from Dr. Robins.)
In our risk assessment, the most important assumption was that the observed summary rate ratio of 1.3 was causal. If this assumption is correct (below we discuss the possibility that it is not), we believe that the estimate of the lifetime risk of lung cancer among lifelong nonsmokers attributable to moderate ETS exposure [yl^M)] will be accurate to within a factor of 2 to 6. This belief depends on the fact that if the rate ratio of 1.3 is causal, we are not extrapolating outside the range of the data (for example, from high to low dose) in estimating AF(M). (Even though our reported uncertainty in estimating AF(M) in never-smokers (Table D-6) is only twofold, nonetheless, as discussed above, our estimate of overall uncertainty would likely be larger; we have guessed twofold to sixfold). For any reasonably flexible model, such as the multistage model, the data (when ample) will drive the risk estimates provided one does not extrapolate outside the range of the data. For instance, even though our estimates of/34//?i used in the sensitivity analysis differed by 150-fold, the overall variation in the lifetime risk of lung cancer due to ETS in nonsmokers varied only twofold (Table D-6). In contrast, in estimating the lifetime risk of lung cancer due to ETS in exsmokers we were forced to extrapolate outside the range of the data. To do this we used statistical models. We found an uncertainty factor of about fourfold (Table D-6) because of the sensitivity of this extrapolation to the particular coefficients assumed for the multistage model. But even this range of four underestimates the true uncertainty, because we have little assurance that it is appropriate to use the multistage model to extrapolate.
Given that we can know the lifetime risk of ETS-caused lung cancer in nonsmokers within a factor of 2 to 6, is this degree of accuracy sufficient for our purposes? Obviously, it depends on the purpose. If there were a regulatory process through which we wished to ensure that the lifetime risk of lung cancer attributable to ETS among nonsmokers would be no greater than 1 in 100,000 Sleight. Beta blockade during
